To add yet another entity we report arthritis in a patient with myelofibrosis (agnogenic myeloid metaplasia) due to synovial infiltration by myelopoietic elements.
Rheumatic complications of malignancy include direct synovial invasion by metastases of solid tumours or by leukaemic infiltrates, a variety of paraneoplastic syndromes, secondary gout, hypertrophic osteoarthropathy, and cancer polyarthritis. ' To add yet another entity we report arthritis in a patient with myelofibrosis (agnogenic myeloid metaplasia) due to synovial infiltration by myelopoietic elements.
Case report A 60-year-old white male presented in September 1975 with profound malaise of recent onset. He gave a 5-year history of intermittent arthralgias involving his elbows, shoulders, and neck; pain in the right elbow had become constant and increasingly severe over the past several months. Physical examination disclosed hepatomegaly and a psoriasiform rash on the shins, knees, and elbows. There were no nailbed abnormalities. The synovial membrane of the right elbow was thickened, and a 400 flexion contracture was present. Roentgenograms showed mild sclerotic changes in the right elbow ( Fig. 1) 
the most intense uptake occurring in the right elbow (Fig. 2) . Roentgenographic studies showed sclerosis of the thoracic and lumbar vertebrae and distal right humerus. The right elbow showed marked symmetrical narrowing of the joint space and small juxtaarticular cortical lucencies. Arthrocentesis of the elbow yielded 4 ml of turbid yellow fluid. It contained 44 x 109/l WBC (83% polymorphs and 17% lymphocytes), glucose 68 mg/dl (3 8 mmolIl) (serum glucose 100 mg/dl (5 6 mmol/l)), and total protein 4 5 g/dl (45 g/l). No abnormal cells were seen in the centrifuged synovial fluid sediment either by light or electron microscopy, and no crystals were seen by polarising microscopy. Cultures for bacteria, mycobacteria, and fungi were negative.
Synovectomy of the right elbow was performed because of intractable pain and loss of motion. Grossly, the synovial membrane was hyperaemic and thickened. The cartilage had mild to moderate degenerative changes.
Microscopically the synovial membrane disclosed 2 types of cellular infiltration (Figs. 3A, A final admission to hospital in July 1981 was precipitated by a one-week history of nausea, weakness, and fever to 101°C. HCT was now 49%, WBC 93 *4 x 109/l (20 % PMN, 9 % bands, 36 % blasts), platelets 9 x 109/l. Bone marrow biopsy showed myelofibrosis and changes consistent with acute granulocytic leukaemia. There followed rapid progression of bilateral bronchopneumonia, respiratory failure, and death. Post-mortem examination confirmed diffused osteosclerosis and extramedullary haematopoieisis involving the liver; peripheral joints were not examined.
Discussion
Infiltration of the synovial membrane by bone marrow elements has not so far been described as a complication of myelofibrosis with myeloid metaplasia. The Histological association of chronic synovitis with rests of ectopic marrow tissue in the specimen taken at synovectomy suggested to us that the latter may have contributed significantly to the chronic elbow pain in our patient. It may have been responsible for the elbow synovitis at least as far back as his clinical presentation 3 years prior to synovectomy. Hyperuricaemia has been found in 25-50% patients with myelofibrosis, with 6-13 % developing symptomatic gouty arthritis.2 Our patient was normouricaemic and careful study of synovial fluid and tissue by polarising and electron microscopy failed to reveal characteristic uric acid crystals. We also considered pauciarticular psoriatic arthritis as a possible diagnosis in view of the psoriasiform skin lesions. Against this possibility, however, was the lack of distal interphalangeal joint involvement, nailbed pitting, or ankylosing changes on x-ray.
The cause of polyarthralgias involving our patient's shoulders, wrists, knees, and ankles remains obscure. Myelofibrosis has been described as a complication of systemic lupus erythematosus in 10 cases3 and in one patient with long-standing scleroderma treated with chlorambucil.4 It has been suggested that the bone marrow may be a target organ for autoantibodies produced in the course of these disorders. In our patient, however, multiple serological studies done to investigate other rheumatic diseases were negative.
Similarly, although we confirmed an inflammatory myopathy by serum enzyme and histological studies, its pathogenesis in this setting remains obscure. Infiltration of muscle by myeloid elements has been described in one case report of myelofibrosis and particularly aggressive peripheral neuropathy. 
